It has been known for many years that clinical scurvy is frequently acconipanied by anaemia. Much has been written on the causation of this anaemia, but the part played by ascorbic acid deficiency in its Production is still in dispute. 
.
Conclusion.
In this case administration of ascorbic acid was followed by Treatment and subsequent course. With a view to assessing the therapeutic effect of vitamin P the patient was allowed up during the day and was given a diet previously described, which was low in vitamin C and animal protein.
He received 450 mg. vitamin P (Hesperidin) daily from the fourth hospital day. This treatment was continued for ten days, and during that time there was deterioration in the general manifestations of the scorbutic state and also in the anaemia (Fig. ^) (Cartwright, 1947 (Mettier et al., 19130 ; ^ itts, 1932) . Later reports that recovery might occur without increased intake of ascorbic acid, and the knowledge that orange jnice contains substances other than vitamin C led to the feeling that there was no Justification for ascribing to ascorbic acid any role in haemopoiesis (Wintrobe, 1946 (Fig. 3) .
Against the view that vitamin C plays a part in haemopoiesis are several clinical reports. Croft and Snorf (1939) (Wintrobe, 1946) . Certain limitations of these reports have been clearly outlined by Cartwright (1947) . Croft and Snorf (1939) drew their conclusions from therapeutic trials with vitamin C in a seiies of patients suffering from a wide variety of diseases. None had the signs and symptoms of scurvy. The only common factor was a low plasma ascorbic acid level. There is no reason to believe that the anaemia in these patients was related to scurvy. I^ozner (1941) 
